Confirmation of the absence of nerves in the human cord artery (Meyer et al., 1978) has led many investigators to assess humoral mediators regulating the cord circulation. As early as the 1930s, von Euler showed that histamine, vasopressin and the extracts from prostatic secretion, or prostaglandins, contracted the cord artery (von Euler, 1936) . However, the contractile action of thromboxane A2 (TXA2) on the human cord artery was proved to be more striking (Svensson et al., 1977) . On the other hand, no effective naturally occurring dilators were known until prostacyclin was discovered in 1976. Prostacyclin closely resembles primary prostaglandin, or PGE1, but it is about four times as effective in relaxating the human cord artery (Hamberg et al., 1979) . Since very few data exist concerning TXA2 and prostacyclin in normal and pathological pregnancies, or in cord circulation (Remuzzi et al., 1979; Ylikorkala et al., 1980) , the factors regulating fetal placental blood flow of the cord artery are not completely understood.
To elucidate the importance of prostaglandins in cord artery regulation, in vivo and in vitro studies on the effects of primary 
Discussion
There are a couple of key points in the determination of plasma prostanoid levels in cord circulation. The great importance of the timing for cord blood sampling has been well documented by Mitchell and his coworkers (Mitchell et al., 1978) , who assessed the difference in prostaglandin concentrations in the cord vessels. They reported that the significant rise in plasma prostaglandin levels 
